We first examined jc5 embryos for defects in cell lineage weak mutation in itr-1, which encodes the single inosiand muscle or gut differentiation with tissue-specific tol 1,4,5-trisphosphate receptor (ITR) in C. elegans.
followed by an exon that encodes three alternative N-terminal variants. It also has four alternative splice sites [7, 8] . We sequenced the entire 20 kb genomic region of the itr-1 locus in jc5 mutants; this included genomic sequence ‫6.2ف‬ kb upstream of the 5Ј-most consensus start site and ‫5.2ف‬ kb of the 3Ј untranslated region. jc5 mutants possess a single base pair deletion between exons 3 and 4. This deletion falls 39 bases beyond the end of exon 3, which also includes the third putative translational start site for itr-1(see Supplemental Data for a map of the itr-1 genomic region). Given its position, this deletion could affect splicing of nascent transcripts produced from the upstream transcriptional start sites or the efficiency of translation from the upstream ATG. On the basis of sequencing of RT-PCR products with primers flanking the lesion, we could not detect mutant transcripts. It is possible that such transcripts are rapidly degraded and hence difficult to detect; alternatively, the jc5 deletion affects a cryptic intronic enhancer. To assess the level of itr-1 protein in jc5 mutants, we performed Western blot analysis with an antibody known to recognize all ITR-1 isoforms [7] . Densitometry indicates that the amount of ITR-1 protein present in jc5 mutants is 31.0 Ϯ 7.5% (n ϭ 3) of the amount found in the wild-type ( Figure 2M ). We observe a class of jc5 embryos arrested prior to morphogenesis; this class is consistent with a quantitative reduction in ITR-1 protein levels. A previous study showed that embryonic lethality results when a dominant-negative IP 3 receptor is expressed in early C. elegans embryos [9]. 
ITR-1 Is Expressed at High Levels in the Epidermis

